acute leukaemia, but some intrapulmonary bleeding was identified in half. They reported also that one-third of all fatal haemorrhages in leukaemia occurred in the lungs.13 Leach14 found that pulmonary haemorrhage was the direct cause of death in three out of 157 cases of acute leukaemia. Pulmonary infiltrates and associated symptoms were observed in over 30% of a large series of children with acute lymphocytic leukaemia. Despite aggressive attempts at diagnosis the cause of the pulmonary process was determined in less than a quarter of the cases. '5 We suggest that intrapulmonary bleeding may often cause radiographic abnormalities in patients with leukaemia. Bronchopulmonary lavage offers a safe approach to diagnosis in these cases, and alveolar macrophage staining for haemosiderin and haemoglobin may be useful in determining whether a recent bleed has occurred. When infection and haemorrhage are both present the lavage procedure may also allow identification of an infectious agent. The technique may provide evidence for pulmonic haemorrhage but may not delineate the cause. For example, pulmonary embolism occurring in leukaemic patients'6 might lead to similar findings at bronchopulmonary lavage.
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Patients and Methods
Twenty patients with chronic duodenal ulceration and no clinical or radiological evidence of pyloric stenosis, gastro-oesophageal reflux, or hiatus hernia underwent H.S.V. At operation the diagnosis was confirmed and pyloric stenosis and hiatus hernia excluded.
All the operations were performed by one of us (J.M.). The surgical technique was standard,4 the denervation being started aft a point just to the left of the terminal branches of the nerves of Latarjet (6-7 cmn from the pyloroduodenal junction). AM the patients were followed up regularly for at least two years. Acidoutput studies were performed before and three months af(ter the operation. Interpretation of the insulin response was based on Hollander',s5 original criteria with the addition of a second one-hour collection period. The results were classified as negative, early positive (0-60 mni), and late positive (60-120 min).
Results
Though only 20 patients were treated in this pilot series we were disturbed to find that five developed persistent symptoms of gastro-oesophagead reflux. The typical features of gastrooesophageal reflux-4hartburn, retrosternal discomfort, and regurgitation, accompanied by increased flatulence-developed shortly after surgery in three of the patients and between six to 12 months after in the other two (see Similarly, selective vagotomy alone, with only the innervation of the pyloric sphincter intact, causes an unacceptably high incidence of gastric stasis14 in spite of earlier reports to the contrary.", The current trend is to leave some 10-11 cm from the pyloric sphincter innervated, rather than 7 cm as done formerly,4 but it seems possible that the object of the operation could be vitiated by excessive preservation of gastric innervation. The point to which innervation is taken may be quite critical.
We are forced to conclude that though minor differences in technique affecting either the oesophagogastric junction or the distal point of denervation may not cause problems individually, together they may lead to just the sort of trouble that has been observed in these cases. Moreover, it may prove difficult to define and work to technical tolerance limits, which may be more critical than has been appreciated. Can anything be done to minimize the adverse effect we have described?
Since making these observations it has been our practice to narrow the angle of His by opposing the stomach to the oesophagus with a continuous chromic catgut stitch run up for about 5 cm from the oesophagogastric junction. This simple procedure, which has been used by Hollender 1 in 76 patients undergoing H.S.V., may readily be added when small vagal fibres are being cleared from the area.
